[Potential role of JAK/STAT in regulating Toll-like receptor 2 gene expression in rats with postburn Staphylococcus aureus sepsis].
To investigate the potential role of Janus kinase/signal transducers and activators of transcription (JAK/STAT) signal transduction pathway in regulating Toll-like receptor 2 (TLR2) gene expression in postburn Staphylococcus aureus infection. Thirty-eight male Wistar rats were randomly divided into four groups as follows: normal control group (n=6), postburn sepsis group (n=12), AG490 treatment group (n=10) and Rapamycin (RPM) treatment group (n=10). Tissue samples from the liver, kidneys and lungs were collected to determine TLR2 and TNF-alpha mRNA expressions. It was found that, 0.5 and 2 hours after Staphylococcus aureus challenge, TLR2 mRNA expressions in the liver, kidneys and lungs from postburn septic animals were up-regulated rapidly (P<0.05 or P<0.01). Treatment with RPM could effectively inhibit TLR2 mRNA expressions in the liver and kidneys. However, TLR2 mRNA expressions in the above tissues from AG490 treated animals had no significant differences with those from normal controls. Two hours after Staphylococcus aureus challenge, TNF-alpha mRNA expressions in the liver, kidneys and lungs were also increased markedly (all P<0.01). Both treatment with RPM and AG490 could significantly inhibit the up-regulation of all tissue TNF-alpha mRNA expressions (P<0.05 or P<0.01), and AG490 were more significant in liver and kidneys (both P<0.01). It is suggested that scald injury combined with Staphylococcus aureus infection can up-regulate TLR2 expression, which appears to be associated with the signal transduction of STAT.